INTRODUCTION
The primary and secondary Ab responses to a variety of defined Ag have been well characterized in mice with respect to Id profiles, responder versus nonresponder strains, and the B-cell subsets involved in the Ab response. The primary response to the T-independent Ag phosphorylcholine (PC) is characterized by the dominant expression of the TEPC15 (T15) Id (Cosenza and K6hler, 1972; Sher and Cohn) . Although most strains of mice are able to make Ab specific for PC following immunization, there is evidence that the ability to respond and the magnitude of this response is regulated by the heavy-chain locus (IgCH) (Lieberman et al., 1974;  "Corresponding author. Present address: 378 Wallace Tumor Institute, University of Alabama, Alabama 35294. Sigal et al., 1977; Cancro et al., 1978; Stall et al., 1986) . Other Ab responses have also been linked to the IgCH lOCUS and are expressed only in mice bearing particular IgCH allotypes. For example, the anti-l-3 dextran (DEX) response characterized by the J558 Id is absent in C57BL/6 mice and other strains bearing the IgCH b allotype (Blomberg et al., 1972) . Whereas (Hardy, 1992 organs--spleen, lymph nodes, and Peyer's patches (Hardy, 1992) . (mAb) . Previous studies have shown that B cell production in mice can be ablated by chronic administration of anti-g Ab (Cooper et al., 1980) . Lalor and colleagues (1989b) (Hardy, 1992) (Fig. 6) .
At the time when these mice were immunized, B-2 B cells expressing Igh6a were evident in the spleens of Igh6a-suppressed mice ( Fig. 2A) (Fig. 8) (Fig. 9A) . The majority of the response was of the Igh6b allotype, as indicated by the low levels of PC-specific Igh6a, that did not express T15 (Fig. 9B ). Mice suppressed for the Igh6a allotype had total PC-specific IgM levels similar to nonsuppressed mice (Fig. 9A) . All of the PC-specific IgM response in these mice was of the Igh6b allotype because there was no demonstrable levels of Igh6a PC-specific IgM (Fig. 9B ). Mice suppressed for Igh6b had approximately 50% lower levels of PC-specific IgM (Fig. 9A) (Lalor et al., 1989a) .
In contrast to these observations, we demonstrate the complete suppression of B-1 B cells for up to 9 months after cessation of the suppression protocol. Neither B-lb nor B-la B cells reappear in either (Lalor et al., 1989a) .
A recent study in rabbits demonstrated that almost all peripheral B cells express the CD5 membrane glycoprotein suggesting that all rabbit peripheral B cells are of the B-1 type (Raman and Knight, 1992) . Previous allotype suppression studies performed in Ig heterozygous rabbits (Mage, 1967; 36 A.M. HAMILTON and J. F. KEARNEY Harrison and Mage, 1973; Eskinazi et al., 1979) produced results similar to those in mice, as reported by Lalor (1989b) (Herzenberg et al., 1986; F6rster and Rajewsky, 1987; Hardy, 1992 Furthermore, anti-iI-10 treatment of mice, which resulted in the depletion of B-1 B cells, ablated the response to DEX (Ishida et al., 1992 (Vakil et al., 1986; Vakil and Kearney, 1988) .
In each group of mice tested, the Ab response to the T-dependent form of PC was almost identical in all aspects to the Ab response to the T-independent form of this Ag. These results, as well as those of Taki and colleagues (1992) (Stohrer and Kearney, 1984 (Parker et al., 1989) . All results were negative.
Antibodies
The mouse .anti-mouse Igh6a mAb-producing hybridoma (RS-3.1) (Schuppel et al., 1987) was obtained from Dr. T. Imanishi-Kari. The mouse antimouse Igh6b mAb (Nishikawa et (Stall and Loken, 1984) , unlabeled R6-71, and biotinylated R40-97 were purchased from Pharmingen (San Diego). FITC-conjugated goat anti-mouse IgM, streptavidin-phycoerythrin (SA-PE), and streptavidin-Texas Red (SA-TR) were purchased from Southern Biotechnology Associates. All other mAb used in this study are described in Table 2 .
Suppression Regimen
Mating of BALB/c and C57BL/6 mice produced the IgCH a/b allotype heterozygous F1 mice used in this study. The suppression regimen has been previously described (Lalor et al., 1989b) . Briefly, neonatal mice were given i.p. injections of 50 tg of either RS-3.1 or MB86 in PBS within 24 hr of birth. A second injection of 100 g of the appropriate Ab was given i.p. at 7 days after birth followed by a final injection of 150 g at 14 days after birth. The Ab, when administered at this dosage (300 gg total), is detectable in the circulation for at least 5 to 6 weeks (Lalor et al., 1989b) . Control F1 mice received PBS alone.
ELISA Analysis of Circulating Levels of Igh6
Allotype-Specific Ab Mice were bled at 4, 5, and 6 weeks after birth and serum levels of RS-3.1 and MB86 determined using Schuppel et al., 1987 A. Radbruch; Nishikawa et al., 1986 Stall and Loken, 1984 Kincade et al., 1981 D. Bole Springer et al., 1979 Ledbetter and Herzenberg, 1979 R. Palacios; Rolink et al., 1989 M. Kehry Pharmingen Pharmingen Pollok et al., 1984 
